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GENERAL COMMENTS
This paper found an association between cumulative secondhand smoke (SHS) exposure at workplaces and pulmonary function deterioration using cross-sectional survey data. The research theme per se is very important, but there are many points for improvement for the analysis and discussion.
[Overall]
1. There are too many tables. Authors should reduce the number and make it more concise. 2. Based on the significant result of for self-reported exposure and insignificant result for biomarkers, authors argued that self-reported exposure is an acceptable maker. This is not a logical argument. The study aim is to evaluate the health effect of SHS, not to find an appropriate (significant) marker for SHS exposure.
3. Authors failed to observe significant results for several outcomes.
What was the effect size (difference) that your sample size was supposed to detect? Authors should discuss the reason for the nonsignificant results.
[Specific] 4.
[Introduction] Authors should cite comprehensive reports on the health effects (and causal relationship) of tobacco smoking such as US Surgeon General Report (SGR), instead of single study results. 5.
[Introduction] Authors should refer to the higher concentration level of toxic agents in SHS than in the main stream of tobacco smoke. 6. Table 1 should be moved to Discussion for the comparison with the current study results. 7. [ Table 2 ] Statistical test is needed for the difference between smoking ban statuses. 8. [ Table 2 ] Adding a column for total (smoking + mixed + nonsmoking) would be useful. 9. [ Table 2 ] Urine cotinine concentration in several groups were very high; 44.4 ng/ml and 25.0 mg/ml for Owners/managers and cooks, respectively, and 35.8 ng/ml for >27 hrs workers. Is it possible that smokers were included in the participants? 10. [ Table 2 ] Readers will be interested in the cross tables of "Job function" * "hours per week exposed". 11. [ If data exist and "nonsmoking" status was in principle the same as "never smoked" this should be mentioned (it would be a strenght of the study).
Answer: We appreciate the comment, we included in this study workers who had not smoked anything in the last year, but we had not considered differentiating with former-smokers. This information was collected, so we did the analysis and included information about the % of formersmokers and when they quit the habit. This information was incorporated on page 8 (line 2) and information regarding lung function on page 10 (table 2) . Answer: In fact, the literature reports improvement of lung parameters once smoking cessation occurs or post smoking ban. Our aim was assess the effect of exposure to environmental tobacco in lung parameters preview the smoking ban was implemented in Chile, so we do not have information after ban was implemented. In order to evaluate differences in pulmonary function parameters between the never-smokers and former-smokers group, we include in Table 2 the pulmonary function parameters. No differences were observed between the two groups.
Comment 4. A self-evident problem, which this study shares with in principle all studies is that the comparison group "the non-exposed" is in practice far from non-exposed in regards of ETS. Your result indicated a median of 4 hours of weekly exposure to ETS in the group that was working in nonsmoking workplaces. That may result in an underestimation of the risk. Perhaps of value to mention that this as a limitation your study share with most other studies in this field.
Answer: We agree with the reviewer, we include this limitation in the discussion page 15 line 16.
Reviewer: 2. Kota Katanoda Comment 5. There are too many tables. Authors should reduce the number and make it more concise.
Answer: Table 1 has been deleted. This information has been incorporated into the discussion.
Comment 6. Based on the significant result of for self-reported exposure and insignificant result for biomarkers, authors argued that self-reported exposure is an acceptable maker. This is not a logical argument. The aim of the study is to evaluate the health effect of SHS, not to find an appropriate (significant) marker for SHS exposure.
Answer: The objectives of this study were to measure SHS exposure among non-smoking employees of bar and restaurants in Santiago, Chile and to evaluate the effects of such exposure on pulmonary function. We used two approaches: the urine cotinine concentration that reflects current exposure and years of exposure that reflect chronic exposure. We did not observe a relation with urine cotinine concentration, unlike the association that we identified in some lung parameters using years of exposure. This may reflect that chronic exposure to environmental tobacco smoke reflected by years of exposure (which has been used as proxy of chronic exposure by authors as Alipour et al1) may have a greater effect than the current exposure (reflected by urine cotinine.) We rewrote that information in order to clarified in Page 14 (line 22) and we deleted a sentence in page 16 which could lead to confusion. Comment 10. Table 1 should be moved to Discussion for the comparison with the current study results.
Answer: Table 1 was dropped and information was included as part of the discussion of results.
Comment 11. [ Table 2 ] Statistical test is needed for the difference between smoking ban status.
Answer: It was included. Table 2 .
Comment 12.
[ Table 2 ] Adding a column for total (smoking + mixed + non-smoking) would be useful.
Comment 13.
[ Table 2 ] Urine cotinine concentration in several groups were very high; 44.4 ng/ml and 25.0 mg/ml for Owners/managers and cooks, respectively, and 35.8 ng/ml for >27 hrs workers. Is it possible that smokers were included in the participants?
Answer: In addition to assessed the urine cotinine in non-smokers, in the main study the urine cotinine concentration in smoker workers was also measured (data not shown in this manuscript). In smokers the urine cotinine was higher than in non-smokers and the levels were similar independent of the smoking status of the venue in which they worked. The median urine cotinine in employees who smoke and also work in a venue were smoking was allowed was 55.3 ng/ml, in a mixed venue was 55.3 ng/ml and were smoking was not allow was 55.6 ng/ml. Therefore, we believe that the values recorded in nonsmokers workers can reliably reflect the exposure to SHS. Comment 14.
[ Table 2 ] Readers will be interested in the cross tables of "Job function" * "hours per week exposed".
Answer: we include a new column with information with cross data about Number of years exposed to SHS workplace.
Comment 15. [Table 5 ; Page 13, line 47-56] In addition to adjustment of "job function", stratified analysis by this variable will be useful.
Answer: we stratified by "job function" but the sample size in each stratum was very small (n=8 the smaller). We decided not included. 
Authors responses seem to be reasonable, but there are several remaining concerns. 1. [Response 10] The added description "Exposure to side-stream smoke is more harmful than exposure to mainstream" is not correct. Correct description would be "Side-stream smoke contains more (or higher concentration of) harmful substances than main stream". 2.
[Response 14] I did not understand this explanation. The median urine cotinine in employee with double exposure to active and passive smoking was 55 ng/ml, and that in owners/managers with single exposure to passive smoking was 44 ng/ml. Namely, the relative difference accounted for by active smoking was only 25%. Was this reasonable result? Also, the authors' reply did not address the question why the cotinine level was higher in several subgroups.
VERSION 2 -AUTHOR RESPONSE
Comment 1.[Response 10] The added description "Exposure to side-stream smoke is more harmful than exposure to mainstream" is not correct. Correct description would be "Side-stream smoke contains more (or higher concentration of) harmful substances than main stream".
Answer:
We appreciate the commentary, this sentence was modified on page 3 (line 7).
Comment 2.
We appreciate the commentary since the review of the data allowed us to identify a difference in one of the data described in Table 1 and 2. We have review all tables and data in the text again.
Regarding your question about the difference in urine cotinine concentration between smokers and nonsmokers. We think is more appropriate to consider urine cotinine concentration according policy smoking ban in workplace. For example, non-smoker employees had a median urinary cotinine concentration of 16.7 (RIC 6.2 to 40.7), but when we analized according to the workplace smoking ban, the non-smoker employees that worked in venues where smoking was allowed had a median of 38.1 ng/ml, those working in mixed venues had a median of 12.5 ng/ml and employees who did not smoke and worked in smoke-free venues had a median of 4.1 ng/ml. The urinary cotinine concentration in smoking employees who worked in a venue were smoking was allowed was 55.3 ng/ml, if they worked in a mixed venue the median was 55.3 ng/ml and if they work in a smoke-free venue the median was 55.6 ng/ml. The difference in urinary cotinine in non-smokers is the result of occupational exposure to secondhand smoke as has been describe previously 1.Other authors have also described high levels of urinary cotinine in non-smokers workers exposed to environmental tobacco smoke. This is the case of Caman et al. 2 and Wilson et al. 3 who reported urinary cotinine in exposed nonsmokers of 61.24 ng/ml and 35.9 ng / ml, respectively.
Regarding the question why the cotinine level was higher in several subgroups, effectively the urine cotinine concentration varied between the groups. Again, this was strongly influenced by the policy smoking ban of the venue. For example, in the case of wait staff/bartenders/cashiers working in venues where smoking was allowed, they had a median urinary cotinine concentration of 40.7 ng/ml. Those working in mixed venues (with smoking and non-smoking areas) had a median of 13.5 ng/ml and those who worked in non-smoking venues had a median of 2.5 ng/ml. In the same way, the information regarding the worker's smoking status, those who never smoked and work in venues where smoking was allowed had a median of urine cotinine concentration of 44.3 ng/ml, those who worked in mixed venues had a median of 11,9 and workers who have never smoked and work in smoke-free venues had a urine cotinine concentration of 4.1 ng/ml. The former-smokers according to the smoking status of the venue presented a similar tendency (21.8, 13.5 and 3.3 ng/ml respectively).
To highlight this point we have incorporated some of this information on page 9.
